Regarding the recent article in Circulation by Lehmann et al,1 in particular, the description of reference systems for echocardiography, I have no disagreement with the findings of their study confirming previous work and further dispelling the phenomenon of paradoxical septal motion.
Their article (Figure 2 , in particular) describes the use of fixed and floating frames of reference. The floating method corrects for pure cardiac translation as shown in Figure 2 . However, the statement that true regional dysfunction is detected by both methods needs clarification, and the diagram demonstrating this is not accurate.
In the presence of regional dysfunction without translation, the center-of-mass is displaced toward the affected segment by the change in shape of the ventricle. The correction of this shift by the floating method will cause apparent reduction in radial shortening in the normal area and a spurious improvement in shortening in the dysfunctional zone. In other words, the difference between the normal and abnormal segments is reduced. This problem has been well described by other authors.23 This effect occurs with all current methods of defining the center of mass.
Both reference systems have advantages and deficiencies that need to be recognized, and for the analysis of regional motion, particularly when cardiac translation is small, the 
Reply
We agree completely with the comments of Dr. Cochrane regarding potential inaccuracies associated with the use of the floating reference system in the assessment of regional cardiac wall motion. As we pointed out in our discussion, this reference system 4"may display a slight tendency to minimize or mask true wall motion abnormalities.'1-3 We included Figure 2 in our article precisely to demonstrate this phenomenon. As depicted schematically in this figure, the region manifesting abnormal systolic motion is detected by both the fixed and floating reference techniques. However, superimposition of the centers-of-area results in the spurious reduction in both the magnitude of abnormal motion as well as the length of the segment manifesting this abnormal systolic shortening. Moreover, analysis of the normally contracting region contralateral to the area of true dyskinesis is also adversely affected. As seen in the figure in question, use of the floating reference system results in a false dimunition of the extent of chordal shortening in this region. Hence, Figure 2 presents an accurate schematic depiction of the phenomenon in a format that may be easier to comprehend than the written description alone.
We further agree that both the fixed and the floating reference systems (and indeed all analysis systems based on a discrete reference point) possess inherent deficiencies. It is likely that the fixed system is superior in individuals with negligible translation but it is frequently not possible a priori to know whether significant global cardiac motion exists. Clearly, our data suggest that the evaluation of regional wall motion may be suboptimal and misleading in patients with prior cardiac surgery if the fixed reference system is used.
Kenneth G. Lehmann 
Relation of Depression and Mortality After Myocardial Infarction in Women
We read with interest the findings of Greenland and colleagues' that women are at greater risk than men for mortality during hospitalization for acute myocardial infarction and in the 12 months after hospital discharge. The relatively large sample of women studied and the efforts to control for age and severity of disease make this study especially convincing. The major unanswered question, of course, is what accounts for this finding. We suggest that one of the factors to be considered is psychiatric depression. Depression is prevalent in patients with recent myocardial infarction, and previous studies have found depression to be associated with significantly higher rates of medical morbidity and mortality during the 12 months after infarction.2.3 In a recent study,4 we observed that 23% of a series of patients with recent myocardial infarction met the current American Psychiatric Association diagnostic criteria for major depressive disorder. Women were more than twice as likely as men to be depressed. In fact, one half of the total sample of women met the diagnostic criteria for depression. This gender difference is consistent with that found in medically well psychiatric patients and in community samples.5 Thus, the higher incidence of depression in women after myocardial infarction could help to explain their increased mortality risk. Unfortunately, none of the existing studies of mortality in women have assessed depression or other psychological variables. Future research on cardiovascular morbidity and mortality in women should evaluate this potentially important factor. Robert M. Carney, PhD Kenneth E. Freedland, PhD Laurie Smith, BA Patrick J. Lustman, PhD Allan S. Jaffe, MD Departments of Psychiatzy and Medicine Washington University School of Medicine Saint Louis, Mo.
In the "Discussion" section of their report entitled "Abnormal Blood Pressure Response During Exercise in Hypertrophic Cardiomyopathy," Dr. Frenneaux and his collaborators' state that reduced ventricular volume, increased wall thickness, and heightened sympathetic drive might result in increased wall stress. In describing their different groups of patients, the authors stated that the groups reached similar levels of hemodynamic stress because the different groups achieved similar anaerobic thresholds and maximum heart rates. However, the authors neglected a powerful determinant of maximum heart rate; that is, age. The hypotensive group's mean age was 33+± 14 years versus 46-+ 14 years for the normal group (p<0.001). Moreover, regarding their statement on wall stress and its effect on baroreceptors, wall stress is generally calculated by using the law of Laplace,2 which states that wall stress or wall tension is directly proportional to the product of the chamber's radius and distending pressure and is inversely related to the wall's thickness. Evidently, the statement of Frenneaux et al is in contradistinction to this law. However, it has been shown that inotropic stimulation, decreased ventricular volume, and elevated ventricular pressure increase the afferent neuronal activity of the cardiac baroreceptors with blunting of the aortic and carotid baroreceptor-mediated reflexes leading to cardiac slowing and systemic vasodilation. Of course, there are other formulas for wall stress than the simple law of Laplace that involve pressure, wall thickness, and chamber radius. Presumably, it is possible that the intracavitary systolic pressure in hypertrophic cardiomyopathy during exercise (particularly if obstruction develops) might rise to the point of offsetting an associated increase in wall thickness and decrease in chamber radius, thereby causing an increase in systolic wall stress.
Reply
Dr. Bittar states in his letter that we neglected the effect of age in assessing the level of hemodynamic stress achieved by the normal and hypotensive groups; this statement is not correct. In the presentation of results, we make an allowance for age by correcting the maximal oxygen consumption for both age and sex by using conventional nomogram equations.'-3 We consider that the percent predicted Vo2 based on these equations is a more accurate reflection of hemodynamic stress and cardiovascular fitness than is the more crude age correction of maximal heart rate.
Dr. Bittar suggests that our speculation on increased wall stress as a mechanism for activating ventricular baroreflexes is in contradiction to the law of Laplace; he should be aware that it is inappropriate to apply Laplace's law for the assessment of wall stress in thick-walled structures (as in hypertrophied hearts). Laplace's law is confined to the assessment of wall stress in thin-walled structures such as capillaries.4 In the absence of a
